IntroductIon
Vitamin D not only regulates calcium and bone metabolism but also reduce the risk of malignancies, autoimmune, cardiovascular, and infectious diseases. [1] Its deficiency causes mineralization defects in teeth, leading to poorly mineralized and hypoplastic dentin consisting of calcospherites rather than properly mineralized dentin. The development of tooth and its maturity may affect by both tooth mineralization as well as hypophosphatemia. [2] Rickets affects the developing tooth with enlarged pulp space and high pulp horns that extend beyond the dentinoenamel junction in coronal portion. Microscopically, there is a developmental defect in the dentine leading to clefts and microcleavage which make pathways for the entry of microorganism into pulp. This eventually, leads to the formation of characteristic spontaneous periapical abscess without dental caries or trauma. The enamel is relatively thin, hypocalcified or hypoplastic. [3] Early diagnosis is essential to minimize the morbidity of dental structures. hypoplasia, generalized periodontitis with partial anodontia were formulated. Further, radiographic investigations of Intraoral periapical (IOPA) and orthophotomograph (OPG) were advised. IOPA reveals the obliteration of lamina-dura in the periapical region with respect to the upper right permanent canine 13 and enlarged pulp chambers, incomplete root formation with ill-defined radiolucencies periapically suggestive of periapical abscesses [ Figure 6 ]. OPG revealed multiple periapical radiolucencies with relation to 32, 42, 12, and 13. A generalized reduced radiodensities of enamel and dentin with enlarged pulp chambers, incomplete root formation in multiple teeth, congenital missing teeth buds with respect to 14, 15, 16, 25, 26, and 35 also over retained 55, 65, and 75 teeth at occlusal level were also observed [ Figure 7 ]. The patient was referred to the respective dental departments for treatment needs and endocrinologist for further management.
case report

dIscussIon
In India, the prevalence rate of VDDR is approximately 50%-90%, [1] mostly due to dietary or sunlight exposure deficiency. Signs and symptoms of rickets often appear at about 8-10 months of age and manifests as lateral bowing of legs, frontal bossing, and enlargements of the proximity of wrist joint. [4] The diagnosis of rickets is made on complete physical and dental examination, confirmed by laboratory examination including serum calcium, phosphorus, alkaline phosphatize, blood urea, and creatinine and 25-hydroxy Vitamin D levels (normal or raised), while the levels of bone deformities. [7] In the present case, the permanent mandibular canine and premolar were showing the internal root resorption and wide pulp canal which could have been prevented to some extent with early diagnosis and proper medical and dental intervention. Although in primary dentition the enamel and dentin formation occur between 4 months in utero and 11 months of age and thus, the defect in primary dentition usually is not preventable. The sequence of abscesses formation usually appears to follow eruption sequence. [8] In the present case, there were multiple periapical radiolucencies with respect to 12, 13, 32, and 42. Differential diagnosis in contrast to VDDR includes hypophosphatemic Vitamin D-resistant rickets which has significantly depressed phosphate levels and normal calcium levels whereas 1,25(OH) 2 Vitamin D levels are low or in normal range. [5, 9] From dental point of view, dental structural defects, such as amelogenesis imperfect, dentinogenesis imperfect, and dentin dysplasia, should be included in the differential diagnosis. Seow and Latham in 1986 reported dental manifestations with a spectrum ranking from mild to severe based on number of abscesses and radiographic appearance of teeth.
• Grade I -Minimum or lack of dental manifestation • Grade II -Only moderate pulp enlargement with few dental abscesses • Grade III -Extremely large pulp chambers with multiple dental abscesses. [6] Thus, the present case suggests more of Grade II variety.
Management includes providing dietary and commercial Vitamin D and calcium supplements. [1] The main management strategy for the dental manifestations is the prevention of dental periapical abscesses because of pulp exposure, through a prophylactic pulp therapy, pulpotomy, pulpectomy, coverage of molar teeth with stainless steel, and restorations with composite and resin cements. [10] [11] [12] Topical fluoride applications, pit and fissure sealants for esthetics and caries treatment, extraction of teeth with periradicular abscesses, and eventual restoration with implants. [3] conclusIon Rickets can severely affect the developments of the tooth, and this condition becomes more accentuated by the patient's negligence toward the dental health. It requires effective medical strategies as well as multidisciplinary approach including dentist toward the defect. Early intervention must be required to prevent more complication in the future.
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